SUMMARY Two mentally and physically retarded girls, one with an interstitial deletion 7(pter--q21 :q32-*qter), and the other with an interstitial deletion 7(pter-+ql 1: :q22-÷qter), are described. (1978) showed a patient with a deletion of the long arm of chromosome 7, which is most likely an interstitial deletion.
qter) was missing; the case of Valentine and Sergovich (1977) was cytogenetically characterised by an interstitial deletion 7qll-*q22. Ayraud et al. (1976) described a case with probable loss of segment 7q2. Biederman and Bowen (1978) showed a patient with a deletion of the long arm of chromosome 7, which is most likely an interstitial deletion.
Received for publication 10 July 1978. We report two girls with multiple congenital malformations as a result of interstitial deletion of the long arm of chromosome 7. Chromosome studies Using G-banding (Gallimore and Richardson, 1973) and R-banding (Sehested, 1974) , an interstitial deletion of the long arm of a chromosome 7 was found in both cases. The karyotype of case 1 was interpreted as: 46,XX,del(7) (pter-->q21: :q32-*qter), and that of case 2 as: 46,XX,del (7) (pter-*ql 1:: q22-*qter) ( Fig. 2a and b, respectively) . The karyotypes of the parents of the two probands were normal.
Gene marker studies
The Hageman factor, the locus of which has been tentatively assigned to 7q35 (De Grouchy and Turleau, 1974) , was within normal limits for both cases, 210% and 142 % for case 1 and 2, respectively (normal range 80 to 220%). Serum and red cell markers obtained from the patients and their parents revealed no abnormalities. The results are presented in Table 1 .
Discussion
The clinical features of the 13 cases, including our 2 cases, with a deletion 7q are summarised in Table 2 (1974) . Com- parison of the clinical data shows no distinct phenotypical differences between the cases in the 3 subgroups. Signs occurring in at least 6 of the 13 patients are: pre-and postnatal growth retardation, mental retardation, feeding difficulties, microcephaly, short and/or bulbous nose, malformed ears, and general hypotonia (in 4 cases combined with hypertonia of the lower limbs). Less frequent signs are prominent forehead, large mouth, and micro/retrognathia. The above symptoms have been described in several (partial) trisomy and/or monosomy syndromes. In our opinion, the data presented here neither justify the delineation of a specific 7q-deletion syndrome, nor give evidence for the existence of a pathognomonic sign for such a deletion. 
